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Pulmonary venous congestion develops when
there is failure of the left ventricle, as in many
cases of coronary artery disease or systemic
arterial hypertension: it occurs also when mitral
valve stenosis restricts the flow of blood into
the left ventricle, and may be present for many
years without the development of heart failure.
In both conditions, there is a rise in pulmonary
arterial pressure due to hypertrophy and in-
creased tone of the pulmonary arterioles, often
leading to right ventricular failure and systemic
venous congestion.

Venous congestion may also be localised to
parts of the systemic circulation as a result of
obstruction to the venous outflow. Such local-
ised venous congestion is commonly seen as a
result of thrombosis of the leg veins, often ex-
tending up to and involving the femoral vein. It
occurs in the spleen and gastro-intestinal tract
when portal venous flow is obstructed, as in
cirrhosis of the liver. Various other veins may
be obstructed, either by thrombosis or by pres-
sure or constriction by a tumour or by scar
tissue.

Systemic venous congestion

As explained above, this usually results from
heart failure and, depending on the nature of
the heart lesion, may be acute or chronic. In both
instances, the outlook depends on the re-
versibility or otherwise of the cardiac failure: if
this persists for long, the morphological
changes of chronic venous congestion are strik-
ing, but it must be emphasised that the con-
gestive element is less important than the in-
adequate tissue perfusion of heart failure.

The systemic veins can dilate to accommo-
date more blood without an immediate rise of
venous pressure, but as the congestion in-
creases, the pressure rises. This may be de-
monstrated directly by venous catheterisation,
but commonly it is apparent from pulsation of
the veins in the neck when the patient is sitting
or standing. Normally, the neck veins in these
postures are partly collapsed and do not pul-
sate visibly, the pressure in them being slightly
below atmospheric. When venous pressure rises,
however, the veins in the lower part of the neck
; are; distended, aqd they pulsate at about the

level where the blood is at atmospheric pres-
sure.

Because of the reduced blood flow in heart
failure, the degree of oxygen dissociation in the
capillaries is greater than normal, and in vas-
cular tissues there may be sufficient reduced
haemoglobin to give the purple-blue colour of
cyanosis: this is seen, for example, in the lips
and buccal mucosa. When there is also systemic
venous congestion, the distension of the
venules and capillaries with sluggishly-flowing
oxygen-deficient blood increases the degree of
cyanosis. Venous congestion may be present
without oedema, but oedema usually accom-
panies severe congestive heart failure: it is most
marked in the lower parts of the body, and
chronic hypoxia and the increased venous pres-
sure are probably both contributory factors.

Structural changes of systemic venous conges-
tion. Apart from gravity-dependent oedema (p.
255), the structural changes in systemic venous
congestion are most obvious in the abdominal
viscera. The liver may be moderately enlarged
and is often tender and palpable. Micro-
scopically, the centrilobular veins* are dis-

Fig. 9.1 Liver in chronic venous congestion, show-
ing centrilobular atrophy and disappearance of liver
cells accompanied by dilatation of sinusoids (rt. side
of figure). x!05.

*tfce relationship between the traditional liver Mule and the acinus, the newer concept of the structural unit of the
i*W isdescribed onpC 661.